(Cases 3 and 4) were thought to have had a deficient diet, and one (Case 5) was an Asian immigrant child and we see rickets frequently in this immigrant community. All of our patients were living at home and attending the outpatient clinic when they developed rickets.
The place of vitamin D prophylaxis for patients taking anticonvulsant therapy has been debated, but it seems reasonable to suggest that such prophylaxis may be particularly indicated in tuberous sclerosis. The amount of vitamin D required is uncertain, but is probably of the order of 500-1000 units as a daily supplement to a normal diet (Hahn et al., 1975; Silver et al., 1974 The motor nerve conduction velocity is generally considered to be normal in diseases of anterior horn cells, including spinal muscular atrophy (Munsat et al., 1969; Hausmanowa-Petrusewicz, 1970) . However, Gamstorp (1967) found borderline or slow nerve conduction velocities in 6 infants with spinal muscular atrophy, all severely affected. Buchthal and Olsen (1970) Nerve conduction measurement. The conduction velocities of the motor fibres of the ulnar and posterior tibial nerves were determined in each patient as previously described (Moosa and Dubowitz, 1971 
Results
The results for the ulnar and posterior tibial nerve conduction velocities of children in the severe and less severe groups are given in Tables  I and II in 12 of the 14 infants with severe disease, whereas it was slow in 3, fast in 4, and normal in 7 of the patients less severely affected (Table III) . The posterior tibial conduction velocity was slow in 11 infants and normal in one infant with the severe disease. In the 11 patients who were less severely affected in whom it was possible to obtain a velocity measurement, it was normal in 10 and fast in one (Table IV) . An alternative explanation has been proposed by Hausmanowa-Petrusewicz et al. (1975) who found tibial conduction velocity in children an increased number of unmyelinated fibres in the 4 spinal muscular atrophy.
sural nerve and a decreased density of myelinated fibres in the ulnar nerve from patients with Werdnig-Hoffmann disease but no evidence of demyelination with teased fibre preparations. They suggested that the slow motor nerve conduction may be due to arrested myelination brought about by the fetal onset of the disease. The finding of slow conduction in the severe but not in the other forms of spinal muscular atrophy suggests that the severe infantile form of spinal muscular atrophy as a group are different from the other forms of the disease and this might support the views of those workers who believe that different genes are involved (Hausmanowa-Petrusewicz, 1970; Fried and Emery, 1971; Pearn, Carter, and Wilson, 1973) . However, the difference may be explained by the early onset in the severe form with secondary effect on myelination.
The presence of slow motor nerve conduction in Werdnig-Hoffmann disease makes it difficult to distinguish it from severe peripheral neuropathy (Karch and Urich, 1975) . Recording of sensory action potential may not help either as it has been reported as being absent in Werdnig-Hoffmann disease (Raimbault and Laget, 1972) , though our own preliminary studies have failed to confirm this (Schwartz and Moosa, 1976) . Difficulties of interpretation may also be encountered in the muscle histology, especially in the very early stages of the disease. The EMG appears to be the only sure way of diagnosis with the finding of the characteristic repetitive discharges described by Buchthal and Olsen (1970 
